A 42-year-old man was admitted because of episodic attack of general malaise. He was lethargic and had a severe lactic acidosis and hypoglycemia. Blood chemistry and endocrinological data were normal. Glucose administration led to an improvement in the hypoglycemia but not the lactic acidosis. At autopsy, there was a massive infiltration of leukemic cells in both kidneys and in liver. Phosphoenolpyruvate carboxykinase, pyruvate carboxylase and glocose-6-phosphatase activities in patient's liver were muchthe same as in the control liver, but fructose-1, 6-diphosphatase activity was slightly reduced. Since circulatory failure was absent, type B lactic acidosis has to be considered. Since hypoglycemia was associated with acidosis, the severe lactic acidosis in our patient may have been due to an overproduction of lactic acid as well as to an impaired hepatic gluconeogenesis in the presence of leukemic cells.
Lactic acidosis occurs in patients with various diseases. According to Cohen and Woods , lactic acidosis can be divided into 2 groups, types A and B. Type A is that clearly associated with clinically evident hypoperfusion or hypoxemia. Type B includes all other forms of lactic acidosis. A small number of patients with acute leukemia have type B lactic acidosis.2 However, only a few cases have been associated with a hypoglycemia.5"7'
Wenowreport data on a patient with severe lactic acidosis and a concomitant hypoglycemia.
CASE REPORT
A 42-year-old Japanese man was admitted on were also present in the liver which weighed 2600 g (Fig. 10) and in the spleen, bone marrowand pericardium. In the liver, sinusoids as well as Gllison's capsule were infiltrated and in the spleen, infiltrates were seen in red pulp. These findings were consistent with an infiltration pattern of acute myeloblastic leukemia. B. Magnification of the same photograph as in A.
MATERIALS AND METHODS
A portion of a human liver was obtained at the time of autopsy. These tissues were used as the control samples. The patient's liver was obtained at autopsy. All these tissues were frozen at -80°C until enzyme assay. The liver was weighed and homogenized in cold 10 mMTES buffer, pH 7.5, using a polytron homogenizer. The four key enzymes of gluconeogenesis assayed were: Phosphoenolpyruvate carboxykinase (PEPCK) and pyruvate carboxylase (PC) using C-bicarbonate , and fructose-1 , 6-diphosphatase (FDPase)9) and glucose-6-phosphatase (G6Pase)10) using spectrophotometry. 
RESULTS
As shown in Table 1 or by an anaerobic environment due to impaired microcirculation with a high leukocyte count.12' On the other hand, lactic acidosis in case of a solid neoplasia with hepatic involvement is considered to be due to the reduced hepatic use of lactate.1 ' In the present case, since hypoglycemia was associated with lactic acidosis, excessive outJapJ MedVol 24, No 3 (August 1985) put of lactic acid may not be the sole cause, rather impairment of gluconeogenesis may be concomitantly involved. The kidneys were extensively infiltrated with leukemic cells and the liver was also infiltrated with the malignant cells, however renal and hepatic function were fairly normal. Type 1 glycogen storage disease is associated with a lactic acidosis and hypoglycemia due to hepatic glucose-6-phosphatase deficiency. This enzyme was reportedly reduced in children with acute lymphoblastic leukemia. ' In the present case, this enzymewas intact, as shownin 
